Placental expression would be adaptive for ERVs if it enhanced their horizontal transmission. One intriguing possibility is that ERVs inherited via sperm and released from placentas could infect mothers or siblings [2] . Such a route of contagion could be mediated by classical retroviral particles or by exosomes released into the maternal circulation to fuse with maternal cells. Two recent papers report that syncytin 1, encoded by a domesticated retroviral envelope gene, is present on the surface of human placental exosomes [3, 4] and may facilitate fusion with maternal cells. In additional to a possible 3 cargo of ERVs, placental exosomes have been shown to carry imprinted (paternallyexpressed) microRNAs [5] that may modify maternal physiology for fetal benefit.
The 'parasitic' lineage that is an infectious ERV must constantly change location, leaving new host DNA behind at each step along the way. Much of this incremental DNA will be deleterious and rapidly eliminated by natural selection. However, the occasional insertions that provide new host functions will be retained. Such rare events may be an evolutionarily important consequence of retroviral activity, but they are not the raison d'etre of that activity.
